1.09, 95% CI 1.08-1.09, NO 2 = 1.02, 95% CI 1.018-1.024, and CO = 2.07, 95% CI 1.95-2.20, respectively, all P < 0.0001 (Table) . The Kaplain-Meier analyses with log-rank tests showed that PM 2.5 , NO 2, and CO concentration were all obviously associated with the increased cumulative incidence rate of MACEs during the follow-up period ( Figure) .
NO 2 ) was associated with an increased risk of new-onset of MACEs, especially in the susceptible populations of older age and with chronic diseases. Background and Aims: The potential effects of airborne PM2.5 on the innate immunity have raised concerns. As the first line of defense, Macrophage are able to be polarized and to induce inflammatory response. The aim of our research is to confirm that airborne PM2.5 can directly affect macrophage polarization and to explore the role of Sirtuin1 in this process.
Methods: PM2.5 samples were collected at central area of Beijing in the winter 2017.We used RAW264.7 cell line as a model system to demonstrate effects of airborne PM2.5 on macrophage polarization. The expression of cytokines and key molecular markers were detected by real-time PCR. We investigated the effect of PM2.5 on the expression of Sirtuin1 by Western blotting in vitro and in vivo experiments. The specific agonist and antagonist of Sirtuin1 were used to address the possible molecular mechanisms of PM2.5 induced macrophage polarization.
Results: PM2.5 increased the expression of interleukin-6 (IL-6) and induced Nitric oxide synthase (iNOS), but the expression of Arg-1 and CD206 had no significant change, which prompt that PM2.5 enhanced the M1 polarization directly. PM2.5 decreased the expression of Sirtuin1 both in vitro and in vivo experiments. Pretreatment of SRT1720, a specific agonist of Sirtuin1 prevented the increased expression of IL-6 and iNOS, and EX527 a specific antagonist of Sirtuin1 further increased the expression of IL-6 and iNOS. latent periods prevent clinicians diagnosing asbestos related lung cancer (ARLC). Therefore, it is necessary for researchers to find a hidden ARLC in the hospital. The aim of this study is to establish a surveillance program for hidden ARLC and evaluate the effect of surveillance program.
Methods: A total of 7 hospitals joined to find a hidden ARLC in this active surveillance program. The reading sheet of chest CT scan among incident lung cancer in all hospitals were collected for retrospective evaluation (2015.07~2017.06). After training of reading asbestos specific findings and need of intention of report those findings in the reading sheet for radiologists of chest division at each hospital, a prospective evaluation have been performed for 6 months (2017.07~2017.12). The searching keywords in the reading sheet of chest CT scan for asbestos exposure were 'plaque', 'asbestos', 'asbestosis'. The incident cases were calculated in both prospective and retrospective evaluation and compared before and after the active surveillance program.
Results: A total of 5,389 (No of CT scan = 17,503) those who eligible subjects diagnosed as incident lung cancer in retrospective evaluation and 2,030 (No of CT scan = 2,976) those diagnosed as incident lung cancer in prospective evaluation were enrolled and their CT scan finding reading sheet were evaluated. The numbers of those subjects with lung cancer who are estimated the exposure of asbestos were 29 cases (7.2 cases per 6 months) in retrospective evaluation and 12 cases per 6 months in prospective evaluation, respectively. Overall increase of finding ARLC (from 0.54% to 0.98%) after informing process for radiologist was shown.
Conclusion: A hospital-based surveillance program based on radiologists will make the numbers of underestimated the ARLC increase. Therefore, a stepwise expansion of this surveillance program in Korea should be needed to find hidden ARLC cases. 
